To evaluate the role of brain prostaglandins in the regulation of blood pressure, we examined the effects of intracerebroventricular injections of prostaglandin D2, angiotensin II and indomethacin on blood pressure in conscious rats. Intraventricular administration of prostaglandin D2, the major prostaglandin synthesized in the rat brain, did not elicit a significant change in blood pressure. On the other hand, intraventricular injection of angiotensin II resulted in an increase in blood pressure in a dose-related manner. However, this central pressor effect of angiotensin II was not affected by intraventricular pretreatment with indomethacin. Indomethacin per se did not induce any change in blood pressure. These results suggest that prostaglandin D2 in the brain does not play an important role in the regulation of blood pressure in conscious rats. It is also suggested that the central pressor effect of angiotensin II is not mediated by prostaglandin biosynthesis in the central nervous system. Additional Indexing Word: Indomethacin S
SUMMARY
To evaluate the role of brain prostaglandins in the regulation of blood pressure, we examined the effects of intracerebroventricular injections of prostaglandin D2, angiotensin II and indomethacin on blood pressure in conscious rats. Intraventricular administration of prostaglandin D2, the major prostaglandin synthesized in the rat brain, did not elicit a significant change in blood pressure. On the other hand, intraventricular injection of angiotensin II resulted in an increase in blood pressure in a dose-related manner. However, this central pressor effect of angiotensin II was not affected by intraventricular pretreatment with indomethacin. Indomethacin per se did not induce any change in blood pressure. These results suggest that prostaglandin D2 in the brain does not play an important role in the regulation of blood pressure in conscious rats. It is also suggested that the central pressor effect of angiotensin II is not mediated by prostaglandin biosynthesis in the central nervous system. of indomethacin was injected subcutaneously. Therefore, the augmented central pressor response to renin after indomethacin treatment may be a consequence of the removal of PG inhibition on sympathetic vasoconstrictor activity at the peripheral vascular beds.26),27) Our present findings support our previous speculation that PGs in the brain do not play an important role in the regulation of blood pressure in conscious, normotensive rats .2) However, since we did not use hypertensive rats, our results do not necessarily rule out the possibility that brain PGs participate in the pathogenesis of hypertension. Further studies are necessary to identify the role of PGs in the central nervous system. 
